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What is claimed: 

1- A method of determining whether a compound inhibits 

HIV-1 reverse transcriptase which comprises: 

a) contacting a yeast ceil with the compound, which cell 
comprises (i) a first/ plasmid which expresses a fusion 
protein comprising f p66 subunit polypeptide of HIV-1 
reverse transcriptase, (ii) a second plasmid which 
expresses a fusigri protein comprising a p51 subunit 
polypeptide of HtfV-1 reverse transcriptase, and (iii) 
a reporter gene /which is activated in the presence of 
a complex betwqfen the p66 subunit polypeptide and the 
p51 subunit polypeptide, and determining the level of 
activity of the reporter gene in the cell in the 
presence of £he compound; and 

b) comparing thfe level of activity of the reporter gene 
determined in step (a) with a level of activity of the 
reporter gene determined in the absence of the 
compound, therein a decreased level of activity of the 



20 



25 



reporter 
inhibit* 
subunit 
the 

transc] 



fne 



foj 



subi 



}n step (a) indicates that the compound 
>n^of a complex between the p51 
ide of HIV-1 reverse transcriptase and 
lit polypeptide of HIV-1 reverse 
thereby indicating that the compound 



30 



inhibiJts HIV-1 reverse transcriptase. 

A met/hod of determining whether a compound inhibits 
formation of a complex between a p6 6 subunit 
polypeptide of HIV-1 reverse transcriptase and a p51 
sub\[mit polypeptide of HIV-1 reverse transcriptase 
whi/ch comprises: 
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a) contacting a yeast cefll with the compound, which cell 
comprises (i) a firstf plasmid which expresses a fusion 
protein comprising at p66 subunit polypeptide of HIV-1 
reverse transcriptase, (ii) a second plasmid which 
expresses a fusion protein comprising a p51 subunit 
polypeptide of HIy-1 reverse transcriptase, and (iii) 
a reporter gene v/hich is activated in the presence of 
a complex betweefi the p66 subunit polypeptide and the 
p51 subunit polypeptide, and determining the level of 

10 activity of t^e reporter gene in the cell in the 

presence of thjfe compound; and 

b) comparing the /level of activity of the reporter gene 
determined in/step (a) with a level of activity of the 
reporter gene determined in the absence of the 

15 compound, wherein a decreased level of activity of the 

reporter gene in step (a) indicates that the compound 
inhibits formation of a complex between the p51 
subunit polypeptide of HIV-1 reverse transcriptase and 
the p66 J^su&unit polypeptide of HIV-1 reverse 

2 0 transc 
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A /method pf" determining whether a compound inhibits 
transcriptase which comprises: 
a) ^ont^&t/lng yeast cell with the compound, which cell 
cdmptei^s (i) a first plasmid which expresses a fusion 
protein comprising a p66 subunit polypeptide of HIV-1 
reverse transcriptase, (ii) a second plasmid which 
expresses a fusion protein comprising a p51 subunit 
polypeptide of HIV-1 reverse transcriptase, and (iii) 
a reporter gene which is activated in the presence of 
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a complex between the pyb6 subunit polypeptide and the 
p51 subunit polypeptide, and determining the level of 
activity of the reporter gene in the cell in the 
presence of the compound; and 

comparing the level /of activity of the reporter gene 
determined in step (k) with a level of activity of the 
reporter gene determined in the absence of the 
compound, wherein/an ^increased level of activity of 
the reporter gen 
that the compou 
the complex b 
HIV-1 revers 
polypeptide 



det« 



mined in step (a) indicates 
tivator of the formation of 
51 subunit polypeptide of 
tase and the p66 subunit 
reverse transcriptase, thereby 
indicating tWat the compound inhibits HIV-1 reverse 
transcriptase j 



the 



transcr] 



)f/ HI 



A method of determining whether a compound enhances 
formation of a comple/ between a p66 subunit 
polypeptide of HIV-1 reverse transcriptase and a p51 
subunit polypeptide >6f HIV-1 reverse transcriptase 
which comprises: 
contacting a yeas/ cell with the compound, which cell 
comprises (i) ay^irst plasmid which expresses a fusion 
protein comprising a p66 subunit polypeptide of HIV-1 
reverse transcriptase, (ii) a second plasmid which 
expresses fa fusion protein comprising a p51 subunit 
polypeptide of HIV-1 reverse transcriptase, and (iii) 
a report/er gene which is activated in the presence of 
a comp/ex between the p66 subunit polypeptide and the 
p51 g^ibunit polypeptide, and determining the level of 
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activity of the reporter gene in the cell in the 
presence of the compound; and 

comparing the level off activity of the reporter gene 
determined in step (a) /with a level of activity of the 
reporter gene determined in the absence of the 
compound, wherein art increased level of activity of 
the reporter gene determined in step (a) indicates 
that the compound ik an activator of the formation of 
the complex betwein the p51 subunit polypeptide of 
HIV-1 reverse transcriptase and the p66 subunit 
polypeptide of HIV-1 reverse transcriptase. 



A method of determining whether a compound inhibits 
HIV-1 reverse transcriptase /which comprises: 
contacting a yeast cell witfti the compound, which cell 
comprises (i) a first plasfrnid which expresses a fusion 
protein comprising a fi/st p66 subunit polypeptide of 
HIV-1 reverse transcriptase, (ii) a second plasmid 
which expresses a fusion protein comprising a second 
p66 subunit polypeptide of HIV-1 reverse 
transcriptase, ^^S^^Lii) a reporter gene which is 

ence of a complex between the 
vdlypeptide and the second p66 
and determining the level of 
reporter gene in the cell in the 
ound ; and 

the Level of activity of the reporter gene 
in step (a) with a level of activity of the 
gene determined in the absence of the 



activated i 
first p66 
subunit 
activity, 
presence 
compari 
determii 
report 



init 



fhe 



the cor 



compound, wherein a decreased level of activity of the 
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reporter gene in step (aj indicates that the compound 
inhibits formation of a complex between the first p66 
subunit polypeptide of Hlfcv-1 reverse transcriptase and 
the second p66 subunit/ polypeptide of HIV-l reverse 
transcriptase, therebW indicating that the compound 
inhibits HIV-l reverse! transcriptase. 
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a) 



25 b) 



A method of determining whether a compound inhibits 
formation of a complex between a first p66 subunit 
polypeptide of HIV-Jl reverse transcriptase and a 
second p66 subunit/ polypeptide of HIV-l reverse 
transcriptase which/comprises: 

contacting a yeast fcell with the compound, which cell 
comprises (i) a first plasmid which expresses a fusion 
protein comprising/ a first p66 subunit polypeptide of 
HIV-l reverse transcriptase, (ii) a second plasmid 



'polyp ^ 
ind 0 



livated/ in 
pol] 
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m; 
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v on protein comprising a second 
sptide of HIV-l reverse 
.ii) a reporter gene which is 
?feserice of a complex between the 
peptide and the second p66 
determining the level of 
/er gene in the cell in the 
otf the compound; and 

of activity of the reporter gene 
determined in step (a) with a level of activity of the' 
reporter/ gene determined in the absence of the 
compouncy, wherein a decreased level of activity of the 
reporter gene in step (a) indicates that the compound 
inhibits formation of a complex between the first p66 



iy of/>the report 
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subunit polypeptide of HW-1 reverse transcriptase and 
the second p66 subunit /polypeptide of HIV-1 reverse 
transcriptase . 

A method of determining whether a compound inhibits 
HIV-1 reverse transcriptase which comprises: 
contacting a yeast eel!, with the compound, which cell 
comprises (i) a first plasmid which expresses a fusion 
protein comprising a first p66 subunit polypeptide of 
HIV-1 reverse transcriptase, (ii) a second plasmid 
which expresses a fusfion protein comprising a second 
p66 subunit polypeptide of HIV-1 reverse 
transcriptase, and /(iii) a reporter gene which is 
activated in the presence of a complex between the 
first p66 subunit/ polypeptide and the second p66 
subunit polypeptide, and determining the level of 
activity of the /reporter gene in the cell in the 
presence of the /compound; and 

activity of the reporter gene 
with a level of activity of the 
termined in the absence of the 
ncreased level of activity of 
step (a) indicates that the 
:ivator of the formation of the 
-rst p66 subunit polypeptide of 
scriptase and the second p66 subunit 
polypeptide of HIV-1 reverse transcriptase, thereby 
indicating that the compound inhibits HIV-1 reverse 
transcriptase . 




ransc 
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A method of determining wnether a compound enhances 
formation of a complex between a first p66 subunit 
polypeptide of HIV-1 reverse transcriptase and a 
second p66 subunit polypeptide of HIV-l reverse 
transcriptase which comprises: 

contacting a yeast cell with the compound, which cell 

comprises (i) a first pla'smid which expresses a fusion 

protein comprising a first p66 subunit polypeptide of 

HIV-1 reverse transcriptase, (ii) a second plasmid 

/ 

which expresses a fusion protein comprising a second 



p6 6 subunit 
transcriptase , and 



/ 



polypeptide of HIV-1 reverse 
(i'ii) a reporter gene which is 
activated in the presence of a complex between the 
first p66 subunit polypeptide and the second p66 
subunit polypeptide,/ and determining the level of 
activity of the reporter gene in the cell in the 



presence of the compound; and 



comparing the leve 
determined in st 
reporter gene 
compound, wh 
the report 
compound i 
complex bet 
HIV-1 revers^ 




tivity of the reporter gene 
ith a level of activity of the 
the absence of the 
'feed level of activity of 
(a) indicates that the 
or of the formation of the 
the first p66 subunit polypeptide of 
ase and the second p66 subunit 



polypeptide of HIV-1 reverse transcriptase, thereby 
indicating that the compound inhibits HIV-1 reverse 
transcriptase . 




The method of any one 



1-8, wherein (a) the 
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fusion protein expressed by the first plasmid 
comprises a peptide having a DNA binding domain, and 
v (b) the fusion protein expressed by the second plasmid 
comprises a peptide having a transcription activation 
domain. 

The method of claim 9, wherein the DNA binding domain 
is a LexA DNA binding domain. 

The method G>f claim 10, wherein the peptide having a 
DNA binding dqmain comprises LexA amino acid residues 
1-87. \ 

The method of claini 10/\ wherein the peptide having a 
DNA binding domain comprises LexA amino acid residues 
1-202. II 

The method of claim 9, wherein the DNA binding domain 
is a GAL 4 DNA binding domain. \ 

The" method of claim 9, whereinVhe transcription 
activation domain is a GAL4 transcription activation 
domain. \ 

The method of claim 14, wherein the peptide laaving the 
transcription activation domain comprises GAL4 amino 
acid residues 768-881. \ 

The method of claim 9, wherein the transcription 
activation domain is a VP16 transcription activations 
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domain . 



The method of any one of claims 1-8, wherein (a) the 
^fusion protein expressed by the first plasmid 
emprises a peptide having a transcription activation 
dorvjain, and (b) the fusion protein expressed by the 
secdnd plasmid comprises a peptide having a DNA 
bindikg domain. 

The method of claim 17, wherein the DNA binding domain 
is a LexA EDNA binding domain. 

The method of\:laim 18, wherein the peptide having a 
DNA binding domaVn^comprises LexA amino acid residues 
1-87. 

The method of claim r§\ wherein the peptide having a 
DNA binding domain comprises LexA amino acid residues 
1-202 . 

The method of claim 17, wherein\he DNA binding domain 
is a GAL 4 DNA binding domain. 



The method of claim 17, wherein thd\ transcription 
activation domain is a GAL 4 transcript i&n activation 
domain . 



The method of claim 22, wherein the transcription 
activation domain comprises GAL4 amino acid residues 
768-881. \ 
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v 24. The method of claim 17, wherein the transcription 

activation domain is a VP16 transcription activation 
domain. 

5 25. l%e method of any one of - claims 1-8, wherein the 

fusVon protein expressed by the first plasmid, the 
second plasmid or both plasmids comprises a peptide 
comprising consecutive alanine residues. 



10 26 
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The method \)f claim 25, wherein the peptide comprising 
consecutive ^alanine residues comprises at least 6 
alanine residues 

The method of iny\\one of claims 1-8, wherein the 
fusion protein pc 
(HA) epitope tagl 



fusion protein fcpmpr^ses an influenza hemagglutinin 

crl 



20 



25 
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28. The method of any one of Vlaims 1-8, wherein the 
reporter gene is a LacZ reporter gene. 

29. The method of any one of claims 1^4, wherein (a) the 
fusion protein expressed by the\ first plasmid 
comprises a peptide comprising a Le^A protein DNA 
binding domain, wherein the p66 subunit polypeptide is 
bound at its C- terminal amino acid to the ^terminal 
amino acid of the peptide comprising a LexA Wotein 
DNA binding domain; and (b) the fusion prtatein 
expressed by the second plasmid comprises a Gkl4 
peptide corresponding to amino acids 768-881 of Gal4> 
and an influenza hemagglutinin (HA) epitope tag, which 
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Gal4 peptide is bound at its C-terminal amino acid to 
the N-terminal amino acid of the influenza 
hemagglutinin (HA) epitope tag, which influenza 
hemagglutinin (HA) epitope tag is bound at its C- 
tertninal amino acid to the N-terminal amino acid of 
the pSl subunit polypeptide. 



30 . 
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The method of any one of claims 1-4, wherein (a) the 
fusion protein expressed by the first plasmid 
comprises c\ peptide comprising a LexA protein DNA 
binding domain,, wherein the p66 subunit polypeptide is 
bound at it's (\ terminal amino acid to the N-terminal 
amino acid of thV peptide comprising a LexA protein 
DNA binding doma|fej; \ and (b) the fusion protein 



expressed by the 
peptide corresponding 
which Gal4 peptide 



plasmid comprises a Gal4 
amino acids 768-881 of Gal4, 
is bobmd at its C-terminal amino 
acid to the N-terminal amin^ acid of the p51 subunit 
polypeptide . 



30 



The method of any one of claims l\^ , wherein (a) the 
fusion protein expressed by the\ first plasmid 
comprises a LexA peptide correspondingVto amino acid 
residues 1-87, wherein the LexA peptide\is bound at 
its C-terminal amino acid to the N-terminal \mino acid 
of the of the p66 subunit polypeptide; and\(b) the 
fusion protein expressed by the second p\asmid 
comprises a Gal4 peptide corresponding to amino acsids 
768-881 of Gal4, and an influenza hemagglutinin (H^) 
epitope tag, which Gal4 peptide is bound at its C-^ 
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terminal amino acid to the N-terminal amino acid of 
the influenza hemagglutinin (HA) epitope tag, which 
influenza hemagglutinin (HA) epitope tag is bound at 
iks C- terminal amino acid to the N-terminal amino acid 
of the p51 subunit polypeptide. 

The method of any one of claims 1-4, wherein (a) the 
fusion Wotein expressed by the first plasmid 
comprises\a LexA peptide corresponding to amino acid 
residues 1^87, wherein the LexA peptide is bound at 
its C- terminal amino acid to the N-terminal amino acid 
of the of the \p66 subunit polypeptide; and (b) the 
fusion protein \expressed by the second plasmid 
comprises a Gal4 pec^tnVde corresponding to amino acids 

peptide is bound at its C- 
tOvNthe N-terminal amino acid of 



768-881 of Gal4, whi 
terminal amino acid 



the p51 subunit polypeptide. 

The method of any one of claims 1-4, wherein (a) the 
fusion protein expressed b\ the first plasmid 
comprises a LexA peptide corresponding to amino acid 
residues 1-202, and a peptide\ comprising six 
consecutive alanine residues, wherein \he LexA peptide 
is bound at its C-terminal amino aca>d to the N- 
terminal amino acid of the peptide comprising six 
consecutive alanine residues, wherein the\ peptide 
comprising six consecutive alanine residues is\bound 
at its C-terminal amino acid to the N-terminal amino 
acid of the p66 subunit polypeptide; and (b) th^s 
fusion protein expressed by the second plasmid 
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comprises a Gal4 peptide corresponding to amino acids 
'68-881 of Gal4, which Gal4 peptide is bound at its C- 
>rminal amino acid to the N-terminal amino acid of 
the* p51 subunit polypeptide. 



The method of any one of claims 1-4, wherein (a) the 
fusion \ protein expressed by the first plasmid 
comprises^a LexA peptide corresponding to amino acid 
residues \-202, and a peptide comprising six 
consecutive alanine residues, wherein the LexA peptide 
is bound at l ts C-terminal amino acid to the N- 
terminal amino ^cid of the peptide comprising six 
consecutive alanine residues, wherein the peptide 
comprising six cons&ci*£ive alanine residues is bound 



at its C-terminal ami 
acid of the p66 suburb 
fusion protein express 
comprises a Gal4 pepq: 



^acid to the N-terminal amino 
polypeptide; and (b) the 
by the second plasmid 
ide coisxesponding to amino acids 
768-881 of Gal4, and an influenza hemagglutinin (HA) 
epitope tag, which Gal4 peptide is bound at its C- 
terminal amino acid to the N-tef*pinal amino acid of 
the influenza hemagglutinin (HA) epitope tag, which 
influenza hemagglutinin (HA) epitope \tag is bound at 
its C-terminal amino acid to the N- terminal amino acid 
of the p51 subunit polypeptide, 



The method of any one of claims 1-4, wherein \a) the 
fusion protein expressed by the first plVsmid 
comprises a Gal4 peptide corresponding to amino ac. 
768-881 of Gal4, an influenza hemagglutinin (HA) 
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epitope tag, and a peptide comprising six consecutive 
alanine residues, wherein the Gal4 peptide is bound at 
^ts C-terminal amino acid to the N-terminal amino acid 
or\ the influenza hemagglutinin (HA) epitope tag, 
wherein the influenza hemagglutinin (HA) epitope tag 
is bo^nd at its C-terminal amino acid to the N- 
terminal amino acid of the peptide comprising six 
consecutiVe alanine residues, wherein the peptide 
comprising six consecutive alanine residues is bound 
at its C-terr^inal amino acid to the N-terminal amino 
acid of the p66 subunit polypeptide; and (b) the 
fusion protein expressed by second plasmid comprises 
a peptide comprising a LexA protein DNA binding 
domain, wherein the £\5'57 s subunit polypeptide is bound 
at its C-terminal amine* adid to the N-terminal amino 



acid of the peptide |coni|r^sing a LexA protein DNA 
binding domain. 



36. The method of any one of claims 1-4, wherein (a) the 

2 0 fusion protein expressed by \the first plasmid 

comprises a Gal4 peptide corresponding to amino acids 
768-881 of Gal4, an influenza hemagglutinin (HA) 
epitope tag, and a peptide comprising ^six consecutive 
alanine residues, wherein the Gal4 peptide is bound at 
25 its C-terminal amino acid to the N-termina\ amino acid 

of the influenza hemagglutinin (HA) epiHppe tag, 
wherein the influenza hemagglutinin (HA) epitsppe tag 
is bound at its C-terminal amino acid to tShe N- 
terminal amino acid of the peptide comprising\ six 

3 0 consecutive alanine residues, wherein the peptide 
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comprising six consecutive alanine residues is bound 
v at its C- terminal amino acid to the N- terminal amino 
a^d of the p66 subunit polypeptide; and (b) the 
fusion protein expressed by second plasmid comprises 
a peWide comprising a LexA protein DNA binding 
domain\ wherein peptide comprising a LexA protein DNA 
binding \iomain is bound at its C-terminal amino acid 
to the Nonterminal amino acid of the p51 subunit 
polypept ide\ 

37. The method of any one of claims 1-4, wherein (a) the 

fusion protein \expressed by the first plasmid 
comprises a Gal4 peptide corresponding to amino acids 
768-881 of Gal4, \nfluenza hemagglutinin (HA) 

epitope tag, and a p^poade comprising six consecutive 
alanine residues, wh^ei^vthe Gal4 peptide is bound at 
its C-terminal amino acid tts> the N-terminal amino acid 
of the influenza hemagglutinin (HA) epitope tag, 
wherein the influenza hemagglutinin (HA) epitope tag 
is bound at its C-terminal amaSno acid to the N- 
terminal amino acid of the peptide comprising six 
consecutive alanine residues, wherXin the peptide 
comprising six consecutive alanine residues is bound 
at its C-terminal amino acid to the N-tetminal amino 
acid of the p66 subunit polypeptide; arid (b) the 
fusion protein expressed by second plasmid comprises 
a peptide comprising a Gal4 protein DNA banding 
domain, which peptide comprising a Gal4 proteirk DNA 
binding domain is bound at its C-terminal amino a\id 
to the N-terminal amino acid of the p51 subunik 
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polypeptide . 



The method of any one of claims 1-4, wherein (a) the 
fusion protein expressed by the first plasmid 
comprises a Gal4 peptide corresponding to amino acids 
768- 8 8J. of Gal4, wherein the Gal4 peptide is bound at 
its C- terminal amino acid to the N- terminal amino acid 
of the p^6 subunit polypeptide; and (b) the fusion 
protein e^ipressed by second plasmid comprises a 
peptide comprising a LexA protein DNA binding domain, 
wherein the p51, subunit polypeptide is bound at its C- 
terminal amino acid to the N-terminal amino acid of 
the peptide comprising a LexA protein DNA binding 
domain . 

The method of any ^dn^^T^laims 1-4, wherein (a) the 
fusion protein expressed* by the first plasmid 
comprises a Gal4 peptide corresponding to amino acids 
768-881 of Gal4, wherein the\Gal4 peptide is bound at 
its C-terminal amino acid to thfe N-terminal amino acid 
of the p66 subunit polypeptide\ and (b) the fusion 
protein expressed by second pl\smid comprises a 
peptide comprising a LexA protein Dl^A binding domain, 
which peptide comprising a LexA protean DNA binding 
domain is bound at its C-terminal amino ateid to the N- 
terminal amino acid of the p51 subunit polypeptide 




The method of any one of claims 1-4, wherein iSa) the 
fusion protein expressed by the first plasmid 
comprises a Gal4 peptide corresponding to amino acids 
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768-881 of Gal4, wherein the Gal4 peptide is bound at 
its C-terminal amino acid to the N-terminal amino acid 
\of the p66 subunit polypeptide; and (b) the fusion 
protein expressed by second plasmid comprises a 
pefotide comprising a Gal4 protein DNA binding domain, 
whioii peptide comprising a Gal4 protein DNA binding 
domaiia is bound at its C-terminal amino acid to the N- 
terminal amino acid of the p51 subunit polypeptide. 

The method^of any one of claims 5-8, wherein (a) the 
fusion pro\ein expressed by the first plasmid 
comprises a peptide comprising a LexA protein DNA 
binding domain, ^wherein the p66 subunit polypeptide is 
bound at it's C-t«£Wnal amino acid to the N-terminal 
amino acid of tile teVptide comprising a LexA protein 
DNA binding doMainX and (b) the fusion protein 
expressed by the second plasmid comprises a Gal4 
peptide corresponding toNamino acids 768-881 of Gal4, 
an influenza hemagglutinin (HA) epitope tag, and a 
peptide comprising six consecutive alanine residues, 
wherein the Gal4 peptide is Btound at its C-terminal 
amino acid to the N-terminal\ amino acid of the 
influenza hemagglutinin (HA) epitope tag, wherein the 
influenza hemagglutinin (HA) epitope, tag is bound at 
its C-terminal amino acid to the N-ternknal amino acid 
of the peptide comprising six consecutive alanine 
residues, wherein the peptide comprising six 
consecutive alanine residues is bound at\ its C- 
terminal amino acid to the N-terminal amino ateid of 
the p66 subunit polypeptide. \ 
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A method of making a pharmaceutical composition which 
comprises: / 

determining whether a compound inhibits HIV-1 reverse 
transcriptase the method of any one of claims 1-8; 
recovering the Compound if it is determined to inhibit 
HIV-1 reverse transcriptase; and 

admixing the/ compound with a pharmaceutical^ 
acceptable cafrrier . 

A method of inhibiting formation of a complex between 
the p51 subunit polypeptide of HIV-1 reverse 
transcriptase and a p66/ subunit polypeptide of HIV-1 
reverse transcriptase/, which comprises contacting 
either (1) the p51 s/ubunit polypeptide, (2) the p66 
subunit polypeptide^ or (3) both the p51 subunit 
polypeptide and the p66 subunit polypeptide, with an 
effective amount pf a compound determined to do so by 
the method of cLaim 2, so to thereby inhibit formation 
of a complex/'beftwefen the p51 subunit polypeptide of 
HIV-1 reverse /transcriptase and a p66 subunit 
polypGptiA&^^^^^lrev'Brse transcriptase . 

A method! oJ^enh^cing formation of a complex between 
the p51 ^lystiounit polypeptide of HIV-1 reverse 
transcriptase and a p66 subunit polypeptide of HIV-1 
reverse transcriptase, which comprises contacting 
either (1) the p51 subunit polypeptide, (2) the p66 
subunit /polypeptide, or (3) both the p51 subunit 
polypeptide and the p66 subunit polypeptide, with an 
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effective amount of a compound determined to do so by 
the method of claim 4, /so to thereby enhance formation 
of a complex between /the p51 subunit polypeptide of 
HIV-1 reverse transcriptase and a p66 subunit 
polypeptide of HIV- 1 j reverse transcriptase. 

A method of inhibiting formation of a complex between 
a first p66 subunit polypeptide of HIV-1 reverse 
transcriptase and a /second p66 subunit polypeptide of 
HIV-1 reverse transcriptase, which comprises 
contacting either/ (1) the first p66 subunit 
polypeptide, (2) tWe second p66 subunit polypeptide, 
or (3) both the firfet p66 subunit polypeptide and the 
second p66 subunit! polypeptide, with an effective 
amount of a compound, determined to do so by the method 
of claim 6, so ti thereby inhibit formation of a 
complex between th^firkt p66 subunit polypeptide of 
HIV-1 reverse traiztecriptAse and^tfef second p66 subunit 
polypeptide of Miy-^^Ve^ 

A method of erfhanc^ng formsftion of a complex between 
a first p66 /su^nit^Jblypeptide of HIV-1 reverse 
transcriptase! anfa second p66 subunit polypeptide of 
HIV-1 reverW transcriptase, which comprises 
contacting either (1) the first p66 subunit 
polypeptide, U2) the second p66 subunit polypeptide, 
or (3) both tie first p66 subunit polypeptide and the 
second p66 subunit polypeptide , with an effective 
amount of a aompound determined to do so by the method 
of claim 8,/ so to thereby enhance formation of a 
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complex between the 
HIV-1 reverse tra: 
polypeptide of 




p66 subunit polypeptide of 
and the second p66 subunit 
transcriptase . 



The met 

HIV-1 reverse t 
and the contacting 
compound to the sub 



laims 43-46, wherein the 
s present in a subject 
by administering the 



ttie method of claim 47, wherein the compound is 
inistered orally, intravenously, subcutaneously , 
intramuscularly, topically or by liposome-mediated 
deliver^. 

The method ok claim 47, wherein the subject is a human 
being, a primate, an equine, an opine, an avian, a 
bovine, a porcine^ a canine, a feline or a mouse. 



The method of claim 4 
of the compound is b 
per kg body weight of' the Aeub j 



herein the effective amount 
about lmg and about 5 0mg 
ect . 



The method of claim 50, whereA the effective amount 
of the compound is between about\2mg and about 4 0mg 
per kg body weight of the subject 



The method of claim 51, wherein the effective amount 
of the compound is between about 3mg andVbout 3 0mg 
per kg body weight of the subject. \ 
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The method of claim 52, wherein the effective amount 
of the compound is between about 4mg and about 2 0mg 
kg body weight of the subject. 

The metiWi of claim 53, wherein the effective amount 
of the compound is between about 5mg and about lOmg 
per kg body weight of the subject. 



The method of claim, 
administered at leal 



54, wherein the compound is 
Dnce per day. 



The method of cljEyim vi^, wherein the compound is 
administered dai! 



The method of claim 47, wherein the compound as 
administered every other day. 

The method of claim 47, wherein thb^ compound is 
administered every 6 to 8 days. 



The method of claim 47, wherein the compound is 
administered weekly. 

A compound determined to be/capable of inhibiting 
formation of a complex/ between a p51 subunit 
polypeptide of HI\£>-!rQVersJb transcriptase and a p66 
subunit polypegftide df. HDAl^reverse transcriptase by 
the method 




A compoun 



e capable of enhancing 
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formation of a complex between a p51 subunit 
polypeptide of HIV-1 Reverse transcriptase and a p66 
subunit polypeptide o^ HIV-1 reverse transcriptase by 
the method of claim 
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62. A compound determined to be capable of inhibiting 

formation of a complex between a first p66 subunit 
polypeptide of HIV-1 reverse transcriptase and a 
second p66 subuni/t polypeptide of HIV-1 reverse 
transcriptase by t^he method of claim 6 
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A compound deteijfcrfiined 1 
formation of a 
polypeptide o 
sec ond p 6 6 sjUlfun i 



po 



to be capable of enhancing 
between a first p66 subunit 
rse transcriptase and a 
eptide of HIV-1 reverse 



rev 



transcriptase-^ 



lemethod of claim 8. 



A composition which comprises the compound of any one 
of claims 60^fe--^nd a carrier. 
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